Introduction
Antithrombin III (ATIII) is the major physiological inhibitor of the coagulation mechanism (Barrowcliffe, Johnson and Thomas, 1978 (Mackie et al., 1978) .
Post-mortem findings
The upper half of the body was deeply jaundiced, the lower half paler.
Heart: Both ventricles were enlarged, 2 areas of healed infarction were present, the mitral valve was sclerosed and incompetent, the aortic valve sclerosed and stenosed.
Arteries: There was extensive atheroma of the aorta and vessels arising from it including the coronary arteries. The aorta was totally occluded by thrombus from the coeliac axis to the femoral vessels and partially occluded up to diaphragmatic level. Coeliac, mesenteric and renal arteries were occluded and marked atheroma present in the pulmonary arteries.
Veins: The inferior vena cava was occluded by thrombus at the right renal vein level. Hepatic, splenic, portal and mesenteric veins were occluded by thrombus.
Abdominal viscera: the bowel showed widespread infarction: liver, kidneys and spleen showed numerous infarcted areas, venous thrombi and arterial atheroma.
Discussion
Hereditary ATIII deficiency is one of the very few biochemically definable states universally accepted as predisposing to thrombosis. The existence of the deficiency in this man cannot be established with certainty now, but the symptoms together with the findings of the deficiency in his mother and siblings suggest strongly that he, too, was ATIII deficient. Previous reports of ATIII deficiency emphasize the predisposition to venous thrombosis shared by this patient and his relatives (Egeberg, 1965) . This man showed, in addition, severe arterial thrombosis not previously recorded except in 2 newborn children of ATIII-deficient mothers (Biarke, Herin and Blomback, 1974 
